Recurrent attacks of dysarthria accompanied by transient motor and sensory disturbances in patients with multiple sclerosis have been described by Franklin and Brickner (1947) , Anderman et al. (1959) , Espir et al. (1966) , Kuroiwa and Shibasaki (1967) , Harrison and McGill (1969) . The present report is concerned with our experience in nine additional cases successfully treated with acetazolamide. The observations of five patients will be briefly presented. A man aged 46 years was well until two years before, when he developed attacks of severe pain and paraesthesiae in the left leg lasting about one minute and recurring two to three times in the day. The attacks were provoked mainly by effort such as climbing into a bus. A sudden noise-the ringing of the telephone in the morning while the patient was lying in bedalso induced the attack. The painful attack appeared regularly during ejaculation. Walking was difficult because of stiffness of the right leg. The knee and ankle jerks were brisk. The abdominal reflexes were absent and the right plantar response was extensor. Over the left side of the body there was thermanaesthesia and hypalgesia up to the seventh thoracic dermatome.
The attacks disappeared after administration of acetazolamide to reappear when the drug was withdrawn. Carbamazepine was also highly efficient against the paroxysms. The patient was seen two years later when he suffered a new exacerbation with paraesthesiae in the neck and face.
DISCUSSION
Paroxysmal dysarthria, ataxia, diplopia, and tonic spasms of the limbs are the commonest neurological disturbances occurring during the transient attacks of multiple sclerosis. This type of seizure illustrated also by our first three cases suggests a brain-stem origin. The arguments for this assumption are: (1) the crossed character of some symptoms (spasm in the right half of the face associated with weakness in the left arm and leg in case 2, burning sensation in the left side of the face and neck accompanied by weakness of the right leg in case 3 and in another two cases not reported in detail); (2) the frequency of paroxysmal dysarthria or other symptoms indicating the participation of the cranial nerves; (3) the tonic character of the motor seizures; (4) the absence of critical or intercritical changes in the electroencephalogram.
Experimental work by Kreindler et al. (1958) showed that both in cats and rats a convulsive seizure was regularly induced when special points in the brain-stem were stimulated. The bulbopontine seizure definitely differs from a cortical seizure in that it has a very marked tonic component. Very characteristic tonic seizures were observed by Kreindler et al. (1962) in a patient with encephalomyelitis in whom pathological examination showed a plaque of demyelination in the medulla involving the pyramidal decussation.
In case 5, in which painful seizures appeared in a patient with a Brown-Sequard syndrome, a spinal origin of the paroxysmal attacks seems very probable. The convulsive capacity of the spinal cord has been studied by Kreindler et al. (1951) in experiments on cats with transected cord in which tonic seizures of the hind limbs were obtained after intravenous injection of amidopyrine.
It is difficult to explain the mechanism of paroxysmal discharges starting in the brain-stem or in the spinal cord respectively. In the cases with paroxysmal crossed symptoms suggesting a pontine localization, one is inclined to accept an involvement of the demyelinating long tracts by the paroxysmal discharge. The verification of this assumption requires further studies. The theory of vascular spasm postulated by Franklin and Brickner (1947) 
